1967) was used to assess life events, while 'neurosis' was defined as psychological illness requiring 30 or more consecutive days off work. The relative risk of'neurosis' in the 'high stress' group was 1 -5 and was statistically significant. The limitations of the SRE have been discussed elsewhere (Brown et al. 1973; Brown & Harris, 1978; Tennant et al. 1981 a; Paykel, 1978) . This study highlights some of these inadequacies. Of the 23 events with a prevalence greater than 5% in this sample, most were more often reported by 'neurotics' than by controls. Of these 23 events, some 17 were clearly not independent of illness. Of the 6 events which were clearly independent, only one ('close friend seriously ill') was more common in the neurotic sample. Given that the criterion for 'neurosis' was rather unusual (> 30 days off work due to psychiatric illness), it seems that many such subjects may have had chronic psychiatric illness. A combination of this with the inclusion of many ' illness related' life events in the events inventory may have led to erroneous causal interpretations. A plausible explanation for Theorell et al.' s findings is that those subjects with some neurotic impairment at the initial interview generated more life events and were still found to be neurotic at follow-up. The findings may have been quite different had (i) a more sensitive index of neurosis been used (reflecting less chronicity), and (ii) an events measure been used which excluded life events which were likely to be caused by neurosis. In summary, the findings from these 5 'delayed' prospective studies do not readily support the thesis that there is a prolonged 'at risk' period for depression following stressful experience.
Most clinicians would agree, however, that if stressful experiences cause psychiatric morbidity symptoms are most likely to occur in the 'immediate' aftermath of the stressor. There are 4 studies which incorporated briefer follow-up periods ranging from weekly (Grant et al. 1982) to 4 months (Andrews, 1981) . In the first of these (Hall et al. 1977) , patients with bipolar manic-depressive illness attending a lithium clinic were studied; no significant relation between antecedent life events (assessed on average at monthly visits) and subsequent depressive episodes was found. In one analysis, patients served as their own controls; the frequency of life events reported in the euthymic visit prior to the recurrence of disorder was similar to other euthymic visits. The type of events reported for the 'pre-recurrence' visit was also similar to those reported at other visits. In another analysis, patients who had recurrent illness were compared with matched subjects who remained well. Those who became ill experienced more 'employment' related events than those remaining well. Somewhat surprisingly, this excess was not found in the depressed subjects but in those who became hypomanic.
In the second of these 'brief prospective studies Grant et al. (1982) followed a mixed sample of psychiatric patients and normal subjects over 3 years; during that time life events (SRE) and psychological symptoms were assessed every 2 months. Four different temporal patterns of relationships between events and symptoms were studied by Fourier analysis. The most important of these, and the one in which a causal association between events and illness might be implicated, was termed 'coherent but one of phase'; event scores and symptom scores both fluctuated between high and low but did so alternatively from one cycle to the next. This pattern was found in only 9% of the subjects. The authors argued that it was impossible to decide whether events 'caused' symptoms or vice versa. When undesirable events were examined separately in similar analyses only some 8% of subjects exhibited this pattern. A causal association could not be implicated. The possibility remained that a 2-month time frame was too long and that event and symptom relationships might be obscured. Thus a subsample was assessed at weekly intervals, but similar negative findings emerged.
The final 2 'brief prospective studies (Andrews, 1981; Henderson et al. 1982) have incorporated additional methodological safeguards. Andrews (1981) included in his study of general practice attenders only those who, at an earlier interview, had been free of psychological morbidity. This reduced the possibility that any association between life events at first interview and symptoms at second interview was not causal but was a reflection of chronic neurotics generating life events. Furthermore, a path analysis similar to that used by Eaton (1978) was performed to determine the path by which antecedent events might cause symptoms. The coefficient for the causal path between life events and neurosis was not significant.
In a similar study, Henderson et al. (1982) used the GHQ and other psychiatric indices in a large community sample. Subjects were interviewed on 3 occasions 4 months apart. In one analysis of the data, a multiple regression of a number of social variables on the GHQ score was performed. Antecedent life stress accounted for only 3-4% of the variance in GHQ scores. In this analysis only subjects free of morbidity were included. The contribution of life events to psychological symptoms 4 months later, although statistically significant, was nonetheless trivial. In a second analysis (canonical analysis) the 4 psychiatric measures (including the Zung Depression Inventory and the GHQ) were collapsed into a single index of morbidity. In this analysis subjects with psychological morbidity at first interview were not excluded. This (in conjunction with a different index of psychological morbidity) may have accounted for a greater proportion of the variance (8% versus 4%) being explained by life events. In both analyses it is important to note that 'adversity' scores were, first, derived for the period before interview and not prior to the onset of symptoms and, secondly, included chronic difficulties which may not have been independent of pre-existing psychological morbidity. Despite the prospective design, the findings may not necessarily reflect a causal relation between life events and neurotic illness. It is of further interest to note that, unlike other prospective studies, personality variables were also included in their path analyses of the prospective data. The Neuroticism score on the Eysenck Personality Inventory (EPI) accounted for 69% of the variance in symptom scores.
This review has focused on prospective studies in which life event stress is measured prior to the onset of psychological morbidity. In such studies the likelihood that altered mood influences either the occurrence or the reporting of life events is largely excluded. These studies are to be distinguished from simple longitudinal studies in which events and illness are measured at the same point in time. Such studies are little better than cross-sectional designs (Paykel & Tanner, 1976; Myers et al. 1972; Gersten et al. 1977; Tennant et al. 1981 b; Warheit, 1979) . All but one of these studies (i.e. Murphy, 1983) share one limitation: they have used life event inventories which are far less sensitive than the approach used by Brown & Harris (1978) . While there are factors which might lead the use of these inventories to produce false negative results (namely that they lack sensitivity) this may be compensated by factors which lead to spuriously positive results; they do not, for instance, readily permit exclusion of all life events which might be caused by pre-existing psychological illness. Despite these limitations, the prospective findings overall do not seem to show that life events have any substantial causal role in neurotic illness.
The thrust of life stress research should continue with emphasis on prospective studies, using more sensitive measure of stress, with appropriate short follow-up periods, and finally should include some assessment of personality.
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